Dear editor,
A 50-year-old right-handed male underwent conservative treatment for management of a spontaneous pontine hemorrhage (PH) in the tegmentum (Figure 1a ). Four weeks after onset, he was transferred to the rehabilitation department and complained of severe post-stroke hypersomnia (PSH) since the onset of PH (he always fell asleep without external stimulation) and the Epworth Sleepiness Scale score was 18 (full score: 24, cut-off for hypersomnia: 10).
Diffusion tensor imaging data were acquired at four weeks after onset of PH. Two portions of the ascending reticular activating system (ARAS) were reconstructed: the dorsal lower ARAS between the pontine reticular formation (RF) and the thalamic intralaminar nucleus (ILN), and the ventral lower ARAS between the pontine RF and the hypothalamus. Narrowing of both dorsal lower ARASs between the pontine RF and the thalamic ILN was observed and the ventral lower ARAS between the pontine RF and the hypothalamus was not reconstructed on both sides.
These findings indicate injury of both the dorsal ARAS and ventral ARAS on both sides. However, the ventral lower ARAS appeared to be more severely injured than the dorsal lower ARAS. It appeared that PSH of this patient might be attributed to the injury of the lower ARAS, particularly the injury of both ventral lower ARASs, because many studies have reported close association of the hypothalamus with hypersomnia. [1] [2] [3] Hypersomnia (excessive daytime sleepiness) is a common sequela following stroke: one study reported persistent hypersomnia in 5.6% of stroke patients. PSH has been reported in stroke patients with lesions in the thalamus, hypothalamus, or pons, which suggests the possibility that involvement of the ascending reticular activating system might be a pathogenetic mechanism of PSH 1,4,5 ; however, this has not been clearly demonstrated.
In conclusion, injury of the dorsal and ventral lower ARAS was demonstrated in a patient with PSH following PH. We believe that these injuries of the ARAS might be a pathogenetic mechanism of PSH.
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